Twenty-four hours after admission, acute respiratory distress developed. The patient's family decided to take him home because they were unable to pay for further treatment; the patient died on the same day. The blood culture (BACTEC 9050 system; Becton Dickinson Microbiology Systems, Sparks, MD, USA), which was taken at the time of admission, grew S. suis 24 hours after collection. Further inquiries into potential pig exposure, after the blood culture results were reported, indicated that the patient kept pigs near his house and was known to regularly consume portions of the pig that had a high risk of being contaminated, such as the intestine.
S. suis was identifi ed on the basis of colony morphology, negative katalase reaction, optochin resistance, and APIStrep (bioMérieux, Marcy l'Etoile, France). Serotyping was performed by slide agglutination using specifi c antisera (Statens Serum Institute, Copenhagen, Denmark) and was positive for serotype 16. Confi rmation of the serotype was performed at the International Reference Laboratory for S. suis Serotyping, Quebec City, Quebec, Canada (M. Gottschalk). This strain was susceptible to penicillin (MIC 0.032 mg/L), ceftriaxone (0.064 mg/L), rifampin (0.032 mg/L), chloramphenicol (2 mg/L), erythromycin (0.064 mg/L), levofl oxacin (0.38 mg/L), and vancomycin (0.5 mg/L) but resistant to tetracycline (64 mg/L) by Etest (AB-Biodisk, Solna, Sweden) when Clinical Laboratory Standard Institute breakpoints were used. On pulsed-fi eld gel electrophoresis (PFGE) that used restriction enzyme SmaI, this strain showed little similarity with a representative set of serotype 2 isolates from Vietnam ( Figure) . Multilocus sequence typing (MLST) (www.mlst.net) showed that the sequence of 5 of 7 alleles of the included housekeeping genes had not been previously described. Thus, this strain was assigned the new sequence type 106. On eBURST analysis (www.mlst.net), this sequence type does not belong to any of the clonal complexes but is a singleton. PCR for detection of the genes encoding the putative virulence factors extracellular protein factor (EF) and suilysin were negative. Results of Western blot for detection of muramidase-released protein (MRP) and EF, using rabbit polyclonal antibody against MRP and EF (provided by H. Smith, the Netherlands), were also negative. S. suis serotype 2 strains 31533 and 89-1591 (provided by M. Gottschalk, Canada) were used as positive and negative controls respectively .
The total number of human S. suis infections reported until August 2006 was ≈400, and nearly 90% of these cases occurred in China, Thailand, Hong Kong, Taiwan, and the Netherlands (4). These data did not include at least 200 cases of S. suis infection in Vietnam (C. Schultsz, unpub. data). At present, 33 capsular serotypes of S. suis have been recognized (1, 4) . S. suis serotype 2 is considered to be the most pathogenic to pigs and humans. All human cases of S. suis infection for which serotyping was available were caused by S. suis serotype 2, except for 1 case of serotype 1 (9), 1 case of serotype 4 (3), and 1 case of serotype 14 (6) . Among 116 cases of S. suis meningitis seen at HTD from 1997 through 2005, 115 were caused by serotype 2 and 1 by serotype 14.
S. suis serotype 2 can cause meningitis, septicemia and septic shock, arthritis, endocarditis, pneumonia, endophthalmitis, and cellulitis in humans (3, 5, 8) . The mortality rate for S. suis serotype 2 meningitis is <10% (10), but it can reach 70% among patients with septicemia and septic shock (11) . The exact route of infection for humans is not known. Cases have been linked to accidental inoculation through skin injuries, for example, during occupational exposure to pigs and pork, but inhalation of aerosols and ingestion of contaminated food have also been suggested (3, 9, 11, 12) . Preexisting medical conditions, such as alcoholism and liver cirrhosis, as was present in our patient, or a prior splenectomy may predispose to severe infection.
Serotype 16 has never been isolated from humans and, to our knowledge, has also rarely been reported as a cause of invasive disease in pigs. One isolate of S. suis serotype 16 was reported from a diseased pig in Germany and 4 isolates from slaughter pigs in South Korea (13, 14) . The S. suis serotype 16 strain was sensitive to all antimicrobial agents tested except tetracycline, as has been reported for serotype 2 isolates (5). PFGE results showed that this human serotype 16 isolate was unrelated to human serotype 2 isolates. On MLST, this isolate had a new sequence type that did not belong to any of the clonal complexes. In contrast, most serotype 2 isolates reported so far belong to clonal complex 1 (www.mlst.net). Taken together, these results suggest that capsule switch, such as has been observed for S. pneumoniae, does not explain the emergence of invasive isolates of a different serotype. In addition, the PCR and Western blot analyses indicate that the serotype 2 capsule, EF, MRP, or suilysin is not required for virulence of S. suis in humans, as has also been shown in pigs.
Conclusions
S. suis infection is an emerging zoonosis in Asia. Strains with serotype 16 are among those capable of infecting humans. 
